Fibroblast growth factor 23: uremic toxin or innocent bystander in chronic kidney disease?
Our understanding of the role of FGF23 in CKD continues to rapidly advance. Information regarding the onset of FGF23 elevations in relationship to changes in parathyroid gland function, renal production of 1,25(OH)2D, and phosphate excretion may provide clues to its role in the adaptive changes in mineral homeostasis that occur during progressive kidney diseases. More knowledge of the regulation and function of FGF23 in CKD will likely improve our understanding of the pathogenesis of disordered mineral metabolism, lead to changes in the medical management of this disorder, and establish additional biological links between disorders of mineral metabolism and associated comorbidities in patients with progressive renal failure.